our patient had no history of ingestion of these compounds and had no other ocular signs of either siderosis or chalcosis. Axial pigmentary stippling as described by Voge also has to be considered in the differential diagnosis but has a different appearance to that seen in our patient with the pigment deposits being much finer.
It is difficult to postulate a mechanism by which DMSO could cause pigmented deposits in the lens.
Histological examination of animal eyes reveals that DMSO itself does not accumulate in the lens although significant concentrations can be found in cornea, aqueous, vitreous and sclera.s It could be postulated that metabolic products of DMSO rather than DMSO itself are responsible. The major biochemical changes reported in DMSO-affected lenses are decreased concentrations of urea, uric acid, glutathione and amino acids, with an increase in albuminoids.9 DMSO has been reported to cause a loss of gamma-crystallin and an increase in water-insoluble protein in the lens.lO None of these changes, however, could be expected to lead to pigmentary changes. We cannot comment on how the plasma level of DMSO in the animals that developed lens changes compares with that in humans receiving bladder instillations, as neither the maufacturer nor we could find evidence of these data.
To date, many thousands of patients have been This case highlights the fact that severe injuries to the eye can occur secondary to amyl nitrate and/ or its contaminants when there is direct ocular contact.
Patients should be advised to irrigate their eyes immediately and attend a casualty as a matter of urgency.
